-99- 
Claims 



10 



1. A method for decreasing mitochondrial membrane potential in a mammalian 

cell, comprising cP^ 

administering an MHC class II HLA-DR ligand to the mammalian cell to 
selectively engageMHC class II HLA-DR on the surface of the cell in an amount effective 
to decrease mitochondrial membrane potential in the mammalian cell, wherein the 
mammalian cell is not an antigen presenting cell. 

2. The method of claim 1, wherein MHC class II HLA-DR is expressed on the 
surface of the mammalian cell. L 



% 3. The method of claim 1, further comprising the step of contacting the 

CI mammalian cell with an amount of an MHC class II HLA-DR inducing agent effective to 

,|! induce the expression of MHC class II HLA-DR on the surface of the mammalian cell. 

U 4. The method of claim 3, wherein the mammalian cell is a tumor cell and 

S! wherein the MHC class II HLA-DR ligand is administered to the tumor cell in vivo in an 

% amount effective for causing cell lysis of the tumor cell, and wherein the MHC class II 
HLA-DR inducing agent does not include adriamycin and gamma interferon. 



2CP 
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5. The method of claim 3, wherein the MHC class II HLA-DR inducing agent 
is adriamycin. 

6. The method of claim 3, wherein the MHC class II HLA-DR inducing agent 

is gamma interferon. 



7. The method of claim 3, wherein the MHC class II HLA-DR inducing agent 
is selected from the group consisting of a UCP expression vector; a TCRccp* engagement 

30 molecule and 'a fatty acid. 

8. The method of claim 3, wherein the MHC class II HLA-DR ligand is an anti- 
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MHC class II HLA-DR antibody. 

9. The method of claim 3, wherein the MHC class II HLA-DR ligand is selected 
from the group consisting of CD4 molecules, aP T cell receptor molecules, y5 T cell 
receptor molecules and a MHC class II HLA-DR binding peptide. 

10. The method of claim 3, wherein the MHC class II HLA-DR inducing agent 
and the MHC class II HLA-DR ligand are administered simultaneously. 

1 1 . The method of claim 3, wherein the MHC class II HLA-DR inducing agent 
and the MHC class II HLA-DR ligand are administered orally. 

12. The method of claim 3, wherein the MHC class II HLA-DR inducing agent 
and the MHC class II HLA-DR ligand are administered locally. 

1 3 . A method for decreasing mitochondrial membrane potential in a mammalian 
cell, comprising 

contacting the mammalian cell with an amount of an MHC class II HLA-DR 
inducing agent effective to induce the expression of MHC class II HLA-DR on the surface 
of the mammalian cell, wherein the mammalian cell is not an antigen presenting cell. 

14. A method for increasing mitochondrial membrane potential in a 
mammalian cell, comprising 

administering an MHC class II HLA-DP/DQ ligand to the mammalian cell to 
selectively engage MHC class II HLA-DP/DQ on the surface of the cell in an amount 
effective to increase mitochondrial membrane potential in the mammalian cell, wherein the 
mammalian cell is not an antigen presenting cell. 

15. The method of^sJaim 14, wherein MHC class II HLA-DP/DQ is expressed 
on the surface of the mammalianVelj.V 




16. The method of clairt(i 14, further comprising the step of contacting the 
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mammalian cell with an amount of an MHC class II HLA-DP/DQ inducing agent effective 
to induce the expression of MHC class II HLA-DP/DQ on the surface of the mammalian 
cell. \ 

17. The method df claim 14, wherein the mammalian cell is a pancreatic p cell 
of a type I diabetic and wherei\the MHC class II HLA-DP/DQ ligand is administered to 
the pancreatic p cell in vivo. 

1 8. A method for inducing lysis of a mammalian cell, comprising: 
contacting the mammalian cell with an amount of an MHC class II HLA-DR 

inducing agent effective to induce the expression of MHC class II HLA-DR on the surface 
of the mammalian cell, and 

contacting the MHC class II HLA-DR on the surface of the mammalian cell with 
an amount of an MHC class II HLA-DR ligand effective for causing lysis of the mammalian 
cell. 

19. The method of claim 18, wherein the MHC class II HLA-DR ligand is an 
endogenous MHC class II HLA-DR ligand and the step of contacting the mammalian cell 
with the MHC class II HLA-DR ligand is a passive step. 

20. The method of claim 18, wherein the step of contacting the mammalian cell 
with the MHC class II HLA-DR\igand is an active step. 

21 . The method of claim 1 8, wherein the mammalian cell is a tumor cell and 
wherein the MHC class II HLA-DR ligand is administered to the tumor cell in vivo in an 
amount effective for causing cell lysi£\of the tumor cell, and wherein the MHC class II 
HLA-DR inducing agent does not includk adriamycin and gamma interferon. 



22. The method of claim 18, wherein the mammalian cell is a pancreatic P cell 
of a type II diabetic and wherein the MHC class II HLA-DR ligand is administered to the 
pancreatic P cell in vivo. \ 
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23 . The method of claim 1 8, wherein the MHC class II HLA-DR inducing agent 
is adriamycin. 

24. The method of\laim 1 8, wherein the MHC class II HLA-DR inducing agent 
5 is gamma interferon. 

25. The method of claim to, wherein the MHC class II HLA-DR inducing agent 
is selected from the group consisting o\a UCP expression vector, a TCRa(3 engagement 
molecule and a fatty acid. 
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26. The method of claim 18, wherein the endogenous MHC class II HLA-DR 
l ligand is an MHC class II HLA-DR expressing cell. 

J 27. The method of claim 1 8, wherein the MHC class II HLA-DR inducing agent 

lisj is administered orally. 

3 28. The method of claim 18, wherein the MHC claksXI HLA-DR inducing agent 

LI is administered locally. 
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29. A method for inducing apoptosis in a tumor cell, comprising: 

contacting a tumor cell with an amount of a metabolic modifying agent, 
which when exposed to a cell causes coupling of electron transport and oxidative 
phosphorylation, effective to increase the mitochondrial membrane potential in the tumor 
cell, and 

contacting the tumor cell with an amount of an apoptotic chemotherapeutic 
agent effective for inducing apoptosis in the tumor cell. 

30 The method of clain\29, wherein the metabolic modifying agent is glucose. 

30 3i. The method of claim 29,yherein the metabolic modifying agent is an MHC 

class II HLA-DP/DQ ligand. 
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32. The method of claim 29, wherein the metabolic modifying agent is selected 
from the group consisting ofVphorbol myristate acetate in combination with ionomycin, 
GDP, CD40 binding peptide, sodium acetate, UCP antisense, dominant negative UCP„ and 
staurosporine. 

33. The method of cla\m 29, wherein the metabolic modifying agent is GDP. 

34. The method of claim\29, wherein the apoptotic chemotherapeutic agent is 
selected from the group consisting of adriamycin, cytarabine, doxorubicin, and 

ho methotrexate. 

3 35. The method of claim 29, ^herein the metabolic modifying agent and the 

I 0J apoptotic chemotherapeutic agent are administered simultaneously. 

jljfj 36. The method of claim 29, whefein the metabolic modifying agent and the 

I ^ apoptotic chemotherapeutic agent are administered locally. 
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37. The method of claim 35, wherein thVtumor cell is resistant to the apoptotic 
chemotherapeutic agent. 



38. The method of claim 29, wherein the tumokcell is sensitive to the apoptotic 
chemotherapeutic agent, and wherein the amount of metabolic modifying agent is effective 
to increase mitochondrial membrane potential and tW amount of apoptotic 
chemotherapeutic agent is effective to inhibit the proliferation of the tumor cell when the 

25 mitochondrial membrane potential is increased. 

39. A method for decreasing mitochondrial membrane potential in a cell of a 

subject, comprising 

administering an MHC class II HLA-DR ligand to the subject to selectively 
30 engage MHC class II HLA-DR on the surface of the cell in an amount effective to decrease 
mitochondrial membrane potential in the mammalian cell. 
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40. The method of claim 39, wherein the method is performed in vivo. 

41 . The method of claim 39, wherein the method is performed ex vivo. 

42. The method of claim 39, wherein the mammalian cell is an antigen 
presenting cell. \v 

43. The method of claim 39, whigrein the mammalian cell is selected from the 
group consisting of a tumor cell and a T cell. \ 

44. A method for inducing the expression of immune recognition molecules on 
a cell surface, comprising 

contacting a cell with an amount of a metabolic inhibition agent effective to 
decrease mitochondrial membrane potential, wherein a decrease in mitochondrial membrane 
potential causes induction of the expression of immune recognition molecules on the cell 
surface. 

45. The method of claiA 44, wherein the immune recognition molecule is 
selected from the group consisting of MHC class II, b7-l, b7-2, and CD-40. 

46. The method of claim 44, wherein the metabolic inhibition agent is selected 
from the group consisting of apoptotic chemotherapeutic agents, bacterial byproducts, 
mycobacterial antigens, UCP expression vectors,\nd fatty acids. 

47. A method for inhibiting pancreatic P cell death in a Type I diabetic, 

comprising 

contacting a pancreatic P cell of a Type I diabetic with an amount of a 
metabolic modifying agent effective to increase mitochondrial membrane potential in the 
pancreatic p cell. 



48. The method of claim 47, wherein the metabolic modifying agent is selected 
from the group consisting of glucose, phorbol myristate acetate in combination with 
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ionomycin, MHC class II HLA-DP/DQ ligand, GDP, and staurosporine. 



49. A method for inhibiting pancreatic p cell death in a Type I diabetic, 

comprising 

contacting a pancreatic p cell of a Type I diabetic with an amount of a Fas 
binding agent effective to inhibit selective engagement of Fas on the surface of the 
pancreatic p cell. 

50. A method for treating a subject having autoimmune disease to reduce 
associated cell death, comprising 

administering an amount of a yS binding protein effective to specifically bind to 
and inactivate y5 cells in the subject, wherein the inactivation of the y5 cells inhibits cell 
death associated with autoimmune disease. 

5 1 . The method of claim 50, wherein the y5 binding peptide is an anti-y5 

antibody. 

52. A method for treating a subject having autoimmune disease to reduce 
associated cell death, comprising 

providing an extracellular environment having a high concentration of glucose 
to stimulate induction of MHC class II HLA-DP/DQ and a low concentration of fatty acids 
to inhibit induction of MHC class II HLA-DR, wherein surface expression of MHC class 
II HLA-DP/DQ is indicative of reduced cell death associated with autoimmune disease. 

53. A method for selectively killing a Fas ligand bearing tumor cell, comprising: 
contacting the Fas ligand bearing tumor cell with acetate in an amount effective 

to induce Fas associated cell death. 

54. The method^of claim 53, wherein the Fas ligand bearing tumor cell is 
contacted with the acetate in an S^unt effective to sensitize the cell to a chemotherapeutic 
agent and further comprising the stepfcf contacting the cell with a chemotherapeutic agent. 
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55. The method of claim 54, wherein the Fas ligand bearing tumor cell is 
selected from the $oup consisting of a melanoma cell and a colon carcinoma cell. 

56. The method of claim 53, further comprising the step of administering a Fas 
ligand to the Fas ligand bearing tumor cell. 

57. A method for promoting a Thl immune response, comprising: 
administering to a subject who has been exposed to an antigen an effective 

amount for inducing a Thl immune response of a MHC class II HLA-DR inducing agent 
to induce DR on a T cell. 

58. The method o^claim 57, wherein the MHC class II HLA-DR inducing agent 
is fatty acid. 

59. A method for screening a tumor cell of a subject for susceptibility to 
treatment with a chemotherapeuticWent comprising: 

isolating a tumor cell from a subject; 
exposing the tumor cell toV chemotherapeutic agent; and, 
detecting the presence of a cell death marker selected from the group consisting 
of a Fas molecule on the surface of the tumor cell, a B7 molecule on the surface of the 
tumor cell, an MHC class II HLA-DR on thd surface of the tumor cell, and a mitochondrial 
membrane potential indicative of cellular coupling wherein the presence of the cell death 
marker indicates that the cell is susceptible to treatment with a chemotherapeutic agent. 



60. The method of claim 59, wherein thk cell death marker is a Fas molecule on 
the surface of the tumor cell and wherein the methodVomprises the step of contacting the 
Fas molecule with a detection reagent that selectively b^nds to the Fas molecule to detect 
the presence of the Fas molecule. 



61 . The method of claim 59, wherein the cell death marker is a MHC class II 
HLA-DR molecule on the surface of the tumor cell and wherein the method comprises the 
step of contacting the MHC class II HLA-DR molecule with a\detection reagent that 
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selectively binds to the MHC class II HLA-DR molecule to detect the presence of the MHC 
class II HLA-DR molecule. 
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62. A Method for identifying an anti-tumor drug for killing a tumor cell of a 
subject comprising:^ 

isolating A tumor cell from a subject; 

detecting tWe presence of a cell death marker selected from the group consisting 
of a Fas molecule on tke surface of the tumor cell, a B7 molecule on the surface of the 
tumor cell, an MHC clasall HLA-DR on the surface of the tumor cell, and a mitochondrial 
membrane potential indicative of cellular coupling; 

exposing the tumor cell to a putative drug; and, 

detecting any change in the presence of the cell death marker to determine 
whether the putative drug is ap anti-tumor drug capable of killing the tumor cell of the 
subject. 

63. The method of claim62, wherein a plurality of tumor cells is isolated from 
the subject and the plurality of tun^ofVcjd^ is screened with a panel of putative drugs. 

64. The method of claim 62, wherein the change in the presence of the cell death 
marker is detected by contacting the tumor\ell with a cell death ligand attached to a solid 
support. 



65. The method of claim 64, whereiAthe cell death ligand is a Fas ligand. 



25 66. A method for screening a subject for susceptibility to disease, comprising: 

isolating a cell selected from the groups^ consisting of peripheral blood 
lymphocyte and skin from a subject; and, 

detecting the presence of an MHC marker selected from the group consisting of 
an MHC class II HLA-DP/DQ, B7-2, B7-1 and MHC class IFHLA-DR on the surface of 
30 the cell, wherein the presence of MHC class II HLA-DP/DQ is indicative of susceptibility 
to atherosclerosis and resistance to autoimmune disease and the presence of MHC class II 
HLA-DR, B7-2, or B7-1 is indicative of resistance to atherosclerosis akd susceptibility to 
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autoimmune disease. 

67. A kit for screening a subject for susceptibility to disease, comprising: 
a container housing a first binding compound that selectively binds to a protein 
5 selected from the groupl consisting of B7-2, B7-1 and MHC class II HLA-DR; 

a container hdusing a second binding compound that selectively binds to a MHC 
class II HLA-DP/DQ protein; and 

instructions for determining whether an isolated cell of a subject selectively 
interacts with the first or second binding compound, wherein the presence of MHC class II 
10 HLA-DP/DQ on the cell surface which interacts with the second compound is indicative 
of susceptibility to atherosclerosis and resistance to autoimmune disease and the presence 
Ci of MHC class II HLA-DR on the cell surface which interacts with the first compound is 
indicative of resistance to atherosclerosis and susceptibility to autoimmune disease. 

1^1 68. A kit for screening a tumor cell of a subject for susceptibility to treatment 

s with a chemotherapeutic agent comprisangA 

ffj a container housing a cell deatK marker detection reagent; and 

| H; instructions for using the cell dekth marker detection reagent for detecting the 

tp presence of a cell death marker selected from tke group consisting of a Fas molecule on the 
2CT surface of the tumor cell, an MHC class II HLArDR on the surface of the tumor cell, and 
a mitochondrial membrane potential indicative okcellular coupling wherein the presence 
of the cell death marker indicates that the cell\is susceptible to treatment with a 
chemotherapeutic agent. \ 

25 69. The kit of claim 68, further comprising a container housing a 

chemotherapeutic agent. \ 

70. The kit of claim 68, further comprising a panel of chemotherapeutic agents, 
housed in separate compartments. \ 

30 \ 

71 . The kit of claim 68, further comprising a cell death ligand. \ 
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72. The kit of clailfk74, wherein the cell death ligan is coated on a solid surface. 

73. The kit of claim 71, wherein the cell death ligand is a Fas ligand. 

5 74. A composition, comprising: 

a metabolic modifying agent; and, 
an apoptotic chemotherapeutic agent. 

75. The composition Vf claim 74, wherein the metabolic modifying agent is 
10 selected from the group consisting Vf glucose, phorbol myristate acetate in combination 
p with ionomycin, MHC class II HLA-bP/DQ ligand, GDP, and staurosporine. 

S| 76. The composition of claim V4, wherein the apoptotic chemotherapeutic agent 

trj is selected from the group consisting \f adriamycin, cytarabine, doxorubicin, and 
l s Sf methotrexate. 

W 77 '• The composition of claim 74, wherein the metabolic modifying agent and 
P f*j the apoptotic chemotherapeutic agent are preset^ in an amount effective to inhibit the 
C 5 proliferation of a tumor cell. 
20 

78. The composition of claim 74, furthe^ comprising a pharmaceutically 
acceptable carrier. 

79. A composition, comprising: 
25 an MHC class II HLA-DR inducing agent; and, 

an MHC class II HLA-DR ligand. 



80. The composition of clidm 79, wherein the MHC class II HLA-DR inducing 
agent is selected from the group consisting of adriamycin, gamma interferon, bacterial 
byproducts such as lipopolysaccharideS, mycobacterial antigens such as BCG, a UCP 
expression vector, a TCRotp engagementimolecule and a fatty acid. 
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8 1 . The composition of claim 79, wherein the MHC class II HLA-DR ligand is 
selected from the group consisting of CD4 molecules, a(5 T cell receptor molecules, y5 T 
cell receptor molecules and a MHC class II HLA-DR binding peptide. 

82. The composition of claim 79, wherein the MHC class II HLA-DR inducing 
agent and the MHC class II HL^-DR ligand are present in an amount effective to lyse a 
tumor cell. 

83. The composition ^f claim 79, further comprising a pharmaceutically 
acceptable carrier. 

84. A method for inducing Verve cell differentiation, comprising: 

contacting a nerve cell with an amount of a B7 inducing agent effective to 
induce the expression of B7 on the surface of the nerve cell, and 

exposing the nerve cell to^ neural activating cell to cause differentiation 

of the nerve cell. 

85. The method of claim 84, wherein the B7 inducing agent is adriamycin. 

86. The method of claim 84, wherpin the B7 inducing agent is gamma 

interferon. 

87. The method of claim 84, wherein the B7 inducing agent is a fatty acid. 

88. The method of claim 84, wherein the B7 mducing agent is a lipoprotein. 

89. The method of claim 84, wherein the B7 inducing agent is selected from the 
group consisting of a B7 expression vector, and a UCP expression vector. 

90. The method of claim 84, further comprising the s\ep of contacting the nerve 
cell with an amount of a metabolic modifying agent, which whenVxposed to a cell causes 
coupling of electron transport and oxidative phosphorylation, effective to prevent 
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dissipation of proton motor force in the nerve cell prior to contacting the nerve with the B7 
inducing agent. 

\ 

91 . The method of claim 90, wherein the metabolic modifying agent is glucose. 

92. The method of claim 90, wherein the metabolic modifying agent is selected 
from the group consisting of phorbol myristate acetate in combination with ionomycin, 
GDP, CD40 binding peptide, sodium acetate, UCP antisense, dominant negative UCP„ and 
staurosporine. 

93. The method of claim 84, wherein the neural activating cell is a T cell. 

94. The method of claim 84, wherein the neural activating cell is a macrophage. 

95. The method of claim 84, wherein the neural activating cell is a dendritic cell. 

96. The method of claim 84A further comprising the step of inducing the 
expression of a receptor for nerve growth factor. 

97. A method for inducing nerve cell differentiation, comprising: 

contacting a nerve cell with an amount of a B7 inducing agent effective to 
induce the expression of B7 on the surface of the nerve cell in the presence of an 
endogenous neural activating cell. 

98. The method of claim 97, wherein the B7 Wucing agent is adriamycin. 

99. The method of claim 97, wherein the B\ inducing agent is gamma 

interferon. 

100. The method of claim 97, wherein the B7 inducingWent is a fatty acid. 

101 . The method of claim 97, wherein the B7 inducing agentsis the B7 inducing 
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agent is selected from the group consisting of a B7 expression vector, and a UCP expression 
vector. \ 

1 02. The method W claim 97, wherein the B7 inducing agent is a lipoprotein. 

103. The method oflclaim 97, further comprising the step of contacting the 
nerve cell with an amount of a mkabolic modifying agent, which when exposed to a cell 
causes coupling of electron transport and oxidative phosphorylation, effective to prevent 
dissipation of proton motor force in *he nerve cell prior to contacting the nerve with the B7 
inducing agent. \ 

104. The method of claim 103, further comprising the step of administering a 
fatty acid to the nerve cell to stop cell division. 

105. The method of claim 103\ wherein the metabolic modifying agent is 
selected from the group consisting of glucose^ phorbol myristate acetate in combination 
with ionomycin, GDP, CD40 binding peptide, Sodium acetate, UCP antisense, dominant 
negative UCP„ and staurosporine. \ 

106. The method of claim 97, wherein the^neural activating cell is a T cell. 

107. The method of claim 97, wherein the neural activating cell is a 
macrophage. \ 

108 The method of claim 97, wherein the neural activating cell is a dendritic 
cell. \ 

109. A method for inducing apoptosis in a nerve cell, comprising: 

contacting a nerve cell with an amount of a metabolicViodifying agent, 
which when exposed to a nerve cell causes coupling of electron transport and oxidative 
phosphorylation, effective to prevent dissipation of proton motor force in the rterve cell, and 
contacting a neural activating cell with an amount of a B7 receptor 
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blocking agent effective ^or inducing apoptosis in the nerve cell. 

\ 

110. The method of claim 109, wherein the metabolic modifying agent is 

glucose. 

111. The method pf claim 1 09, wherein the metabolic modifying agent is 
selected from the group consisting of phorbol myristate acetate in combination with 
ionomycin, GDP, CD40 binding peptide, sodium acetate, UCP antisense, dominant negative 
UCP, and staurosporine. 

112. The method of claiVi 109, wherein the B7 receptor blocking agent is 
selected from the group consisting ok anti-CD28 antibodies, CD28 binding peptides, 
CTLA4 analogs, anti-CTLA4 antibodies\and CTLA4 binding peptides. 

113. A composition, comprising 
a metabolic modifying agent: and, 
a B7 receptor blocking agent. 

1 14. The composition of claim 113, wherein the metabolic modifying agent is 
selected from the group consisting of glucose, phonjol myristate acetate in combination 
with ionomycin, GDP, and staurosporine. 

115. The composition of claim 113, wherein tnfe B7 receptor blocking agent is 
selected from the group consisting of anti-CD28 antibodies, CD28 binding peptides, 
CTLA4 analogs, anti-CTLA4 antibodies, and CTLA4 binding\neptides. 

116. The composition of claim 113, wherein the metabolic modifying agent and 
the B7 receptor blocking agent are present in an amount effective to Induce apoptosis of a 
nerve cell. 

117. The composition of claim 113, further comprising a pljarmaceutically 
acceptable carrier. 
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118. A composition, comprising: 
a B7 inducing agent; and, 

a CD28 inducing agent. 

119. The composition of claim 118, wherein the B7 inducing agent is selected 
from the group consisting of adriamycin, gamma interferon, bacterial byproducts such as 
lipopolysaccharides and\[ipoproteins, BCG, and fatty acids. 

120. The composition of claim 118, wherein the CD28 inducing agent is 
selected from the group consisting of a T cell receptor engagement molecule, a CD3 
engagement molecule, IL4, and a CD28 expression vector. 

121. The composition of claim 118, further comprising a pharmaceutical^ 
acceptable carrier. 

122. A method for re-innervating an injured tissue comprising: 
implanting a B7 expressing nerve cell in the injured tissue, wherein the 

implanted B7 expressing neuron will undergo neuronal differentiation in the presence of a 
neural activating cell in the injured tissue \p re-innervate the injured tissue. 

123. The method of claim 12^, wherein the B7 expressing nerve cell 
constitutively expresses B7. 



124. The method of claim 123, wherein\he B7 expressing nerve cell is a nerve 
25 cell which constitutively expresses a UCP gene. 

125. The method of claim 123, wherein the B\ expressing nerve cell is a nerve 
cell which constitutively expresses a B7 gene. 

30 126. The method of claim 122, further comprising administering a B7 inducing 

agent effective to induce endogenous B7 expression on the surface: of the nerve cell. 
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127. Th^ method of claim 122, wherein the injured tissue is a spinal chord. 

128. The method of claim 122, wherein the injured tissue is a severed limb. 

129. A method for treating a neurodegenerative disorder, comprising 
administering an amount of a B7 inducing agent effective to induce the 

expression of B7 on the surface of a nerve cell. 

130. The method of claim 129, wherein the B7 inducing agent is adriamycin. 

131. The method\of claim 129, wherein the B7 inducing agent is gamma 

interferon. 

132. The method of clWi 129, wherein the B7 inducing agent is a fatty acid. 

133. The method of clairt\ 129, wherein the B7 inducing agent is an anti-MHC 
class II HLA-DR antibody. 

134. The method of claim\l29, wherein the B7 inducing agent is the B7 
inducing agent is selected from the group consisting of a B7 expression vector, and a UCP 
expression vector. 

135. The method of claim 129,\further comprising the step of inducing 
expression of CD28 on the surface of a neural activating cell. 

136. The method of 135, wherein the neliral activating cell is a T cell. 

137. The method of claim 135, whereir\the neural activating cell is a 
macrophage. 



138. The method of claim 129, wherein the neurodegenerative disorder is 
selected from the group consisting of Parkinson's diseaise, Alzheimer's disease, 
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amyotrophic lateral sclerosis, paralysis, and multiple sclerosis. 

139. A method for selectively killing a cell, comprising 

contacting the cell with avnucleic acid selected form the group consisting of a 
5 UCP anti-sense nucleic acid and a UCP ^dominant-negative nucleic acid in an amount effect 
to inhibit UCP function. 
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140. A method for selectively killing a tumor cell, comprising: 

contacting the tumor cell with acetate in an amount effective to induce cell 

surface Fas expression, and 

administering a Fas ligand to the tumor cell in an amount effective to induce Fas 

associated cell death. 



m 141 . The method of claim 14(K wherein the tumor cell is contacted with the 

lSj acetate in an amount effective to sensitize thAcell to a chemotherapeutic agent and further 
- comprising the step of contacting the cell with an apoptopic chemotherapeutic agent. 
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142. A method for selectively killingV tumor cell, comprising: 

contacting the tumor cell with a compound selected from the group consisting 

of acetate and GDP and an apoptopic chemotherapeutic agent in an amount effective to kill 

the tumor cell. 




